A 35-year-old man was admitted to the infectious ward with complaints of loose motions and vomiting four to five times a day and generalised stiffness with severe muscle cramps four hours prior to admission. On examination he had tachycardia, a blood pressure of 90/60 mmHg, cold extremities and a dry tongue suggestive of moderate dehydration. He was conscious, well oriented, had generalised rigidity and carpopedal spasm. His serum calcium was 1.8 mmol/l (normal 2.2-2.6 mmol/l). He was given intravenous fluids, calcium gluconate, vitamin D3, ampicillin, and metronidazole, and he improved.
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His history revealed that he was mentally retarded from birth. He had been operated for cataract in both eyes four years earlier, and he had had a few episodes of carpopedal spasm. His physical appearance is shown in figure 1 . A radiological skeletal survey revealed short metacarpals, a calcified sesamoid bone and bilateral capsular calcification of the hip joint. Computed tomography (CT) scan of the head was performed (figure 2). Laboratory investigations were normal except serum phosphate and serum parathyroid hormone levels, which were elevated. As seen in figure 1, the patient was shortstatured and mildly obese, with a large round head. He has short extremities, and small hands with short, blunt digits. He also has short, stubby toes. All these physical findings point towards complete expression of Albright's hereditary osteodystrophy. QUESTION 2 CT scan of the head shows massive calcification involving the thalamus, caudate nucleus, lentiform nucleus, anterior limb of internal capsule on both sides and both cerebellar hemispheres. There is no evidence of hydrocephalus or cerebral oedema. These findings, along with the associated skeletal abnormalities, biochemical abnormalities suggestive of hypocalcaemia, hyperphosphataemia, elevated levels of serum parathyroid hormone, mental retardation, and cataract, constitute the completely expressed sydrome of pseudohypoparathyroidism (PHP) or Albright's hereditary osteodystrophy. QUESTION 3 This is a classical case of pseudohypoparathyroidism (PHP), probably type Ia, with Albright's hereditary osteodystrophy. Similar manifestations are also seen in pseudopseudohypoparathyroidism (PPHP) except that there is no hypocalcaemia, and an absence or reduced incidence of certain sequelae of disturbed metabolism of calcium and/or phosphorus. There is positive evidence that PPHP is simply an incompletely expressed form of a genetically determined abnormality of which PHP represents the complete syndrome. A 32-year-old Filipino maid was referred to our Endocrine Clinic in Queen Mary Hospital because of galactorrhoea and hyperprolactinaemia. She had regular menstruation, but had developed persistent galactorrhoea after her last delivery 10 years ago. Medical consultation was sought because of increased galactorrhoea in recent months.
From September 1995 to April 1996, her body weight decreased from 55 kg to 49.5 kg while she put herself on Triac (3,5,3'-triiodothyroacetic acid) 1.05 mg daily. She stopped the drug one month before her first visit to the Endocrine Clinic. Physical examination confirmed the presence of galactorrhoea, but visual field and fundoscopy were normal. Her pulse was 90 beats/min and hands were warm. There was no palpable goitre or delayed relaxation of tendon reflexes.
In May 1996, investigations revealed hyperprolactinaemia with prolactin levels of 1610 and 1440 mIU/l (normal range, <500 mIU/l) on two occasions. Thyroid function tests showed low free thyroxine (3 pmol/l; normal 10-19 pmol/l) and thyroid-stimulating hormone (TSH) (<0.03 mIU/l; normal 0.35-5.5 mIU/l) levels. Other anterior pituitary hormones were normal.
A thyrotropin-releasing hormone (TRH) test was done in August 1996, four months after drug cessation (table) . By this time, free thyroxine and TSH had increased to 9 pmol/l and 1.9 mIU/l, respectively, and her prolactin level had decreased to 840 mIU/l, although galactorrhoea was still present. Magnetic resonance imaging of the pituitary revealed no abnormality. 
